Introduction
Chronic inflammation has been recognized as a contributing factor in the development of a subset of highly lethal pancreatic adenocarcinomas (PC) (1) . Studies linking chronic inflammation to PC report an upregulation of cyclooxygenase (COX) (2) and nitric oxide (NO) gene expression (3) , important mediators of inflammation in PC tissue specimens. The trigger for upregulation of COX and NO is the transcription factor, nuclear factor kappa-light-chain-enhancer of activated B (NF-κB). NF-κB activates these genes and others that are involved in inflammation and apoptosis and appears to promote pancreatic cell growth by inhibition of apoptosis (4) . We hypothesized that genetic polymorphisms in inflammation-related genes involving NF-κB-related inflammatory pathways are associated with risk of PC.
Methods
PC patients were recruited prospectively to a PC research registry using processes approved by the Mayo Clinic Institutional Review Board. Consenting patients completed a comprehensive questionnaire, donated a blood sample, and provided medical release for study of archival tissue.
Subjects
Cases were patients with histologically proven pancreatic ductal adenocarcinoma evaluated at Mayo Clinic from 2000 to 2008. Controls were healthy, clinic-based patients without a personal history of cancer (except non-melanoma skin cancer) and were frequency matched to cases for age (+ 5 years), sex, race, and geographic region of residence(5). 
Candidate Gene and Single Nucleotide Polymorphism Selection
Candidate genes were selected using a combination of literature review and the bioinformatics tools Ingenuity ® Systems (Redwood, CA), and MetaCore™ from GeneGo, Inc. to identify genes involved in the pathogenesis of PC that are in the NF-κB-related inflammatory pathways. Genotyping and Quality Control measures were followed as reported previously (5). Call rates for SNPs were 99.2% and 97.3%. Eighty-four of 1,538
SNPs failed to amplify.
Statistical Analysis
Unconditional logistic regression analysis was used to estimate odds ratio (OR) 
Results
Demographics for all subjects are reported in Table 1 . Single SNP analysis revealed an association between four SNPs in NOS1 one SNP in the CD101 gene and the risk of PC ( Table 2 ). An additional 14 and four imputed SNPs with p values = 5E -4 -8E -4 were observed in CD101 and NOS1 respectively (data not shown). The significant SNPs failed confirmation in the validation set using both PanScan data sets.
Discussion
We report the results of a case-control study evaluating the risk of inflammation- 
Conclusion
Of the 102 genes evaluated, NOS1 and CD101 may be associated with an increased risk and decreased risk of PC respectively. However, these findings did not replicate in a follow-up study of two PC populations. Future research is needed to determine the role, if any, of NOS1 and CD101 for risk of PC. 
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